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Enzymes DO change

Enzymes DO NOT change
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Overall structure of protein enzymes depend on bonds being
held at specific places. This is determined by an enzymes:




© ' is transferred to the C-terminal frag-
ment, which is released by cleavage of
the C—N bond. The N-terminal peptide
is bound through acyl linkage to serine.

The water molecule transfers its
proton to His 57 and its —OH to the

in
a tetrahedral transition state is formed.

The Active Site & Mechanisms of Enzyme Action
1. Favorable initial binding interactions draw substrates in.
2.

Unstable bonds formed, make likely to react (change).

The active site’s catalytic properties are determined by its
amino acids & their interactions with other nearby molecules

Some enzymes are very specific, others very generic.
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Standard free energy

Course of reaction

Reaction without enzyme takes longer because:

Enzymes lower Ea by:







The water molecule transfers its [) The second fragment is d
mnlﬁﬂmb—ﬂﬂoh The acyl bond is cleaved, the proton is
transferred from His back to Ser, and t




Competitive Inhibition:
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Non- Competitive Inhibition:




Allosteric inhibition to treat cancer cells: Miransertib experimental
cancer medication allosterically inhibits specific active kinases without
causing many other downstream effects (stimulating other processes
also leading to cancer as with some other drugs).
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Phosphofructose
kinase (PFK
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Fructose-6-phosphate

Fructose 1,6 bis-
phosphatase
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